Infection is a major source of morbidity and the leading cause of death in immunocompromised patients [1] . Th e increased susceptibility to infection results from the intertwined eff ects of the immunocompromising condition, treatments, and co-morbidities [1] . Human infection with the novel H1N1 infl uenza virus was fi rst recognized in early April 2009 and declared a worldwide pandemic by the World Health Organization in June 2009. Recent case series provide information on the clinical course, risk factors, and outcome of H1N1(v) infection [2] [3] [4] . Both New Zealand and Canada have experi enced H1N1(v) outbreaks with severe illness requir ing intensive care unit (ICU) admission, ventilatory support, and rescue therapies. However, no case series have specifi cally described the features of H1NI(v) infection in immunocompromised patients. Here, we report the clinical and epidemiologic features in 10 critically ill immunocompromised patients with H1N1(v) infection.
Th e case defi nition was ICU admission for acute respira tory failure and a positive specifi c polymerase chain reaction test for the pandemic infl uenza A (H1N1) 2009 virus. All patients meeting this case defi nition were included.
In late 2009, 15 patients with H1N1-related acute respiratory failure, including 10 immunocompromised patients, required ICU admission. As reported in Table 1 , median time from respiratory symptom onset to ICU admission was 4 days (interquartile range [IQR] 3 to 5 days). Hypoxemia was mild at ICU admission but worsened over the next few days. Th e chest radiographs consistently showed extensive pulmonary infi ltrates (median Murray score 3; IQR 2 to 4), and 80% of cases showed an alveolar pattern. All patients were treated with oseltamivir, which was prescribed 1 day (range 0 to 6 days) after ICU admission. Superinfection (mostly bacterial pneumonia) occurred in all patients in keeping with previous data on seasonal infl uenza [5] . Th e clinical course was charac terized by prolonged oxygen dependency in the survivors (10 days; IQR 6 to 15 days). Death occurred in four patients and was usually secondary to severe hypoxemia. H1N1(v) infection can result in a wide spectrum of clinical patterns, ranging from no symptoms to fulminant viral pneumonia. Th is new pandemic virus is characterized by a high prevalence of severe viral pneumonitis, which often requires mechanical ventilation [2] . Infl uenza viruses are known to cause severe infections in immunocompromised patients, of whom variable propor tions were reported in epidemiologic descriptions [2] [3] [4] . Our case series is the fi rst to describe the course of H1N1(v) infection in immunocompromised hosts.
Several points deserve to be highlighted. First, the risk factors for H1N1(v) described in the overall population [2] [3] [4] were not found in our cohort. In contrast, none of our patients had obesity (median body mass index 26.9; IQR 21 to 26) or chronic lung disease [3] . Of our 10 patients, 7 were on long-term steroid treatment, as described in the immunocompromised subgroup of the Canadian ICU patients [3] . Cellular immunodefi ciency is the main risk factor for lower respiratory tract infection Abstract Seasonal infl uenza virus has been described as an emerging and severe pathogen in immunocompromised hosts. Since the beginning of the 2009 infl uenza A novel H1N1 pandemic, several series have described the clinical course of the disease in various populations. We report the clinical course of H1N1 2009 infection in 10 immunocompromised patients. Half of the patients received long-term steroid therapy. Disease was characterized by a clinical picture similar to that of non-immunocompromised patients but with prolonged course and higher mortality. with infl uenza viruses [5] as the main defense mechanism is CD8 T-lymphocyte-mediated cytotoxicity. Th e clinical presentation in our patients was similar to that described in immunocompetent individuals, with symptom onset 4 days before ICU admission [2, 4] . Mortality was high (40%) compared with the overall population with H1N1 2009 infection [2] [3] [4] . Th e ICU stay was shorter than in the overall ICU population but the hospital stay was longer, perhaps because of prolonged viral shedding in lymphopenic patients [5] .
